Abstract
Introduction
Most preauricular masses are paro tid neop lasms , but some infectio us and inflamma tory cond itions have a similar presentation. Toxoplasmosis is a zoonotic infection that is transmitted to hum ans by other mamm als. Immun ocompetent hosts are usually asy mptomatic, their only presenting sign being a localized or generalized lymphadenopathy. Radiologic studies are not help ful ; only histopathologic and immu nolog ic findings can co nfirm a diagnosis of toxoplasmosis.
To the best of our knowledge, only 6 cases of toxoplasmosis lymphaden itis within the parotid gland have been previo usly reported in the literature .' :" In this article , we report 2 new cases.
Case reports Patient 1.
A 38-year-old man was referred to us with a 3-month history of a slowly enlarging, painless left parotid mass. The mass had not responded to several courses of antibiotics prescribed by a primary care physician. The patient denied any co nstitutional symptoms, and he had no history ofsca lp or ora l lesions, dys phag ia, breathing difficulties, or otalgia. He worked as an insurance salesman, and he was marrie d and monogamous. He was a nonsmoker and a social drinker, and he did not use recreational drugs . His fam ily kept pet cats, and he some times cha nged their litter. He reported that he had recently visited Norway, where he had consume d undercooked moose meat.
On exa mination, the patient was well appearing and afebril e. He had no obvio us facial asy mme try, no facial nerve weak ness or twitchin g, and no facial numbn ess. His parotid mass was nontender and mobil e; no other neck adeno pathy was present. Computed tomography (CT) localized the 2-cm mass in the tail of the left parotid gland (figure I) . His skin, scalp, and ora l and phary ngeal mucosa were normal, as were findi ngs on the remainder of the head and neck exa mination.
A fine-needle aspiration biopsy revealed acellular debris and fat and was nond iagnostic.As uperficial parotidectomy was performed along with remova l of several adjacent superior jug ulodigas tric lymph nodes. Histopathology of the parotid mass revealed that it was made up of a gro up of lymph nodes whose archi tecture was preserved; the mass con tained a proliferation of histiocytes, hyperplastic follicles, enlarged germinal centers, and epithelioid cells with abundan t, pale eosinophilic cytop lasm (figure 2). These findings supported a diagnosis of toxoplasmosis lymph adenitis. Follow-up measurement of immun oglobul in levels revealed that the patient had had an acute toxo plasmotic infection (table) . No other treatment was adm inistered.
At the 3-mo nth follow -up, the patient remained asymptomatic. His facial nerve was intact, and no new masses were observe d in the parotid gland or neck.
Patient 2. A 45 -year-old woman presented with a 2-mont h history of a slowly enlarg ing, superficial left parot id mass. She denied fever s, fatigue , and other consti tutional sym ptoms , and she had no skin or scalp lesions. She did report that she had been bitten by an insect j ust before she noticed the mass. She also reported the deve lopment of a small, tender subocci pital swelling at the same time. The patient worked at a bank, and she was married and monogamou s. She smoked a half-pack of cigarettes per day and was a soc ial drinker. She den ied intravenous drug use. She lived on a farm, where she had contact with several barn cats and likely had contact with their excre ment in the hay. She reported eating meat cooked quit e rare prior to the onset of her parot id mass. On phy sical exami nation, the patient appea red to be healthy. Her parotid mass was mobile and measured 1.5 x 1.5 em . A tend er I-em lymph node was palp ated at the superior edge of the trapezius muscle. No facial nerve weak ness or twitching was evident, and findings on the remaind er of the head and neck examination were unremarkabl e. CT localized the mass.
A superfici al parotidectomy was performed. Findin gs on histopathologic review were consistent with toxoplasmosis lymph aden itis. An immunologic evaluation confirmed a previous toxopl asmosis infect ion (lgG positi vity) but not a current infection (IgM negativity). (Titers were not performed because the IgM assay was negati ve.) No other treatment was reco mmended.
At the 6-month follow-up, the patient was asym ptomatic, and her posterior lymph adenopathy had resolved. pregnancy can lead to stillbirth; surviving infants may be born with hepatosplenomegaly, feve r, rash, or chorioretinitis. Acquired toxoplasmosis has a varied presentation; the most co mmon finding is a generalized or localized lymphadenopathy. Typically, the disease is relatively innocuous, as other common symptoms are fever, malaise, headache, and myalgia. However, some patients, especially immunocompromised hosts, experience more serious symptoms, including cardiac involveme nt, central nervous system infectio n, pneumonia, and chorioretin itis. Diagnosis is made by correlating histologic and serologic data, but the history is important, too. As part of obtaining a history of any patient with a parotid mass, the otolaryngologist should ask the patient if he or she is exposed to cats and if he or she has eaten rare or uncooked meat. A positive response to either question might help the pathologist interpret an unusual nodal architecture. Serologic tests can confirm the diagnosis. Unfortun ately, when a diagnosis of toxoplasmosis is suspected, the pathologist cannot identify the characteristic nodal archi-668 tecture that confirms the diagnosis unless the entire lymph node is removed; such architecture is not identifiable on fine-needle aspiration biopsy. Ther efore, if a patient has a history suggestive of toxoplasmosis and the blood work is consistent with such a diagnosis, it is a reasonable option to treat the patient with a cour se of antibiotics to see if the lymph node swelling resolves. Histologic analysis will reveal that the lymph node architecture is preserved and that hyperplastic follicle s are present. Multiple mitoses are seen in the germinal centers. Also present are many epithelioid cells with pale eosinophilic cytoplasm. Serologic investigations include the Sabin-Feldman dye test and the enzyme -link ed immun osorbent assay (ELISA). 5 The Sabin-Feldm an dye test is a neutralization test that entails lysis of orga nisms in the prese nce of antibody and complement; it measures IgG antibodies. The ELISA involves the use of antigens of killed toxoplasmosis organisms to detect antitoxoplasmosis antibodies. Measurin g IgM, IgE, and IgG levels can help differentiate chronic from acute infection. An IgM level indicates an acute infection if it rises within a few days of inoculation. IgM levels then normalize in 3 to 4 months. IgG elevation indicates a previous infection; these levels rise 2 to 3 weeks after inoculati on, and this antibody remain s positive for the rest of the patient's life. An elevated IgE level is an indication that the infection is more acute than an infection that is associated with only an IgM level; IgE levels normali ze within 2 months.
Discussion

Toxopla smosis is a protozoan infection caused by the paras ite
Localized disease requires no treatment. Systemic disease responds to sulfonamide and pyrimethamine.
Our review of the literature via MEDLINE, dating back to the 1960s, reve aled that only 6 other cases of parotid toxoplasmosis have been reported.!" The diagnosis in these cases was based on histopathologic exa mination of multiple parotid specimens.
